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to a standstill, a dark red thrombus is formed with relative rapidity
and is mainly the result of ordinary coagulation.
The part played by the platelets in thrombosis depends mainly on
the sticky or adhesive character which they assume when blood is shed,
or when they are brought into contact with an abnormal vascular lining.
In fact, this change is brought about by the same conditions as those
which give rise to coagulation, and there is evidence that a thrombo-
kinase is formed. Eberth and Schimmelbusch showed that, in normal
states of the circulation, the platelets circulate along with the red blood
corpuscles, with which they mingle freely. If, however, the stream
is gradually slowed, a point is reached when they fall out into the
peripheral zone and come in contact with the vessel wall. Any local
dilatation leads to an eddy or whorl in the stream, and in this case
also there is a falling out of the platelets. These observers found
that if a vessel wall were merely damaged, e.g. by a caustic,
thrombosis might not occur, but if at the same time the damaged
part were projected inwards, the platelets were brought into contact
with its surface to which they adhered, heaping themselves up and in
this way starting a thrombus. Their general conclusion accordingly
was that the two important factors in thrombosis are (a] damaged
endothelium which brings out the adhesive properties of the platelets,
ana (p) some condition ~bf the bloojd low which brings the platelets
into contact with the damaged surface. This^oonolusion is accordingly
m agreementTwith what is to be observed in the human subject, as
described above. Although the platelets may be concerned in coagula-
tion itself, and for this there is clear evidence, the thrombus at an
early stage is simply formed by the massing together or conglutination
of the platelets, and not by a process of coagulation, although the
latter may occur secondarily.
With regard to the occurrence of thrombosis, in general the starting-
point is either some lesion of the vascular intima or of the endocardium.
In all such conditions, the local lesion, aided often by a slow blood
stream, affords a satisfactory explanation of the thrombosis. Wright
has shown that after parturition and surgical operations there is not
only an increase in the number of circulating platelets but also an
increase in their adhesiveness, probably due to an increased propor-
tion of young platelets sent out from the marrow. Heparin and
dicoumarol, now sometimes used as prophylactic agents against post-
operative thrombosis, possess amongst other properties a capacity to
decrease the adhesiveness of platelets and thus to diminish the tendency
to platelet deposition which is the start of most post-operative throm-
boses. Bacteria have been found in such conditions, and invasion of
the intima by them may be the immediate cause ; whilst in various
fevers small collections of leucocytes have been detected in the intima
of vessels, and the presence of these is an. indication of damage to the
wall, which may possibly be produced by toxic action. Again, certain
bacterial products tend to promote coagulation. The StayhyLococcus